Introduction
Chronic airway inflammation and lung fibrosis are common features of prolonged exposure to mineral particles of silica in humans and in rodents. Alveolar macrophages (AM) have an essential role in lung clearance and defence mechanisms against inhaled particles.
2 They fulfil these functions via inflammatory mediators produced upon macrophage activation. Among the many mediators are arachidonic acid metabolites such as thromboxane A2 (TXA2) and prostaglandin E2 (PGE2). Thromboxane A2 ( '4 Prostaglandin E2 is one of the key inflammatory mediators with multiple functions. In the lung, it induces bronchodilation and causes an increase in epithelial cell chloride secretion. 5 PGE2 induces vasodilatation in unventilated foetal lung. 6 Another mediator that is produced by alveolar macrophages is transforming growth factor-131 The effect of TGF-fll on 2XB production in rat
The supernatant was discarded, and the cells alveolar macrophages: Table 1 shows the effect resuspended in M199, 10mM HEPES 0.3% of anti-TGF-[3 antibodies, or low or high conhuman serum albumin, 100U/ml penicillin and centrations of TGF-I3, on TXB2 production in 1001.tg/ml streptomycin (culture medium). Cells silica-exposed rat alveolar macrophages. In the from all rats were pooled and centrifuged again presence of 5 l.tg of anti-TGF-[3 antibodies in the at 250 x g for 10 min. Cells were enumerated in culture medium, during the process of macroa haemocytometer. Viability was determined by phage activation with silica, the production of the exclusion of trypan blue and cells were TXB2 was inhibited. The TGF-[3, at 2ng conplated at 1 x 106/ml of culture medium in 6-well centration in the culture medium, potentiated culture plates. The cells were preincubated for TXB2 production. At 50ng of TGF-[3 in the l h at 37C in a humidified atmosphere at 5% culture medium, the production of TXB2 was CO in air. The nonadherent cells were removed inhibited.
by aspiration. Fresh culture medium (37C) was placed in the wells and unlabelled arachidonic
The effect of TGF-fll on PGEe production in rat acid was added at a final concentration of 3 l.tM. alveolar macrophages Table 2 shows the effect This incubation with arachidonic acid was conof anti-TGF-[3 antibodies, or low or high conducted in order to replenish endogenous arachicentrations of TGF-13, on PGE2 production in donic acid utilized during the exaggerated silica-exposed rat alveolar macrophage. In the eicosanoid production which occurs during cell presence of 5 l.tg of anti-TGF-3 antibodies in the isolation and attachment. The cells were incu-culture medium, the production of PGE2 was Modification of 7XBe and PGEe production by TGF- 
